Endothelial cells respond to vascular damage by secreting concatemers of the adhesive glycoprotein Von Willebrand factor (VWF) to capture blood platelets and promote hemostasis. VWF is contained in large rod-shaped secretory granules called Weibel-Palade bodies (WPB), and how VWF is stored in and released from these organelles is of considerable interest 1 . Recently, a novel mechanism was described for VWF release in which an actomyosin ring forms around the WPB several seconds after its fusion with the plasma membrane to squeeze VWF from the WPB 2 . This new mechanism was described in experiments using the potent secretagogue phorbol 12-myristate 13-acetate (PMA), and has received considerable attention [3] [4] [5] . However, the mechanism of action of PMA differs in ] i produced either by cell damage, physico-mechanical stimulation or acute activation by physiological mediators generated locally at the injury site (e.g. thrombin, histamine, fibrin, adenine nucleotides, peptido-leukotrienes). Together these mediators ensure rapid VWF expulsion to the endothelial cell surface to capture platelets and facilitate hemostasis.
Clearly, there is more than one way to unpack a WPB. Further studies will be needed to clarify the specific physiological conditions sub served by actomyosindependent and -independent VWF delivery to the endothelial cell surface.
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